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Fig 2, Diagram of thrombin-
induced changes of fluorescence
intensity at 1 or 0 mmol/L

[Ca?*], in human platelets.
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Abstract in Brief

Thrombin-induced Cytosolic Free Calcium Transients
Monitored by Quin 2 Method in Human Platelets
Lu Zhiqgiang, Wang Daosheng, Zhao Shenghao, Pei Lin
{Department of Pharmacology, Suzhou Medical College, Suzhou 215007)

Abstract The effects of thrombin on the level of ‘cytoplasmic free calcium at varying [Cat*l,
in human platelets were observed with Quin 2 method. The results showed that thrombin raised
transiently the platelet cytosolic free calcium concentration in a dose dependent manner and that
the effects were significantly dependent on the [Ca?*l,. It indicated that thrombininduced

[Ca2+], increase was a result mainly of Ca?+* influx and partly of internal Ca?* mobilization.
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